the congenital fistula is well tolerated by the cardiovascular system, and rarely causes cardiac hypertrophy or failure (Lewis 1946) . Other complications include himorrhage, ulceration and, uncommonly, bacterial endarteritis.
The overall prognosis is reasonably good, as evidenced by this patient, who had developed no serious complications at the age of 61 years. Surgical treatment is difficult due to the diffuse nature of the lesion and results are generally unsatisfactory.
There is no known association between intracranial angiomata which may cause epilepsy of late onset and peripheral arteriovenous fistulh, other than the loose one of congenital anomalies tending to be multiple. REFERENCE Lewis T (1946) MrTM,aged60 History: Several attacks of central abdominal pain with vomiting lasting seven to fourteen days occurring from his late teens to the age of 30. Diarrhoea since 1963 (diurnal two to three times, nocturnal five to six times) with bulky yellow, offensive stools which were noted to flush with difficulty. Weight loss of three to four stones. Progressive weakness of legs since January 1965, without pain, the left worse than the right and leading to difficulty in standing from a sitting position and walking upstairs. Polydipsia and polyuria noted in September 1965. Jaundice at the age of 30 (probably due to infective hepatitis); pneumonia at 20 and bronchitis two years ago.
No family history of diabetes mellitus or pancreatitis. Moderate alcohol intake. On examination: A tall, thin, wasted man. Abdomen lax and 'doughy' to palpation with no visceral enlargement or masses. Marked lower limb girdle and proximal muscle wasting and weakness, particularly of extension of the hips and flexion of the hips and knees; no fasciculation, knee and ankle jerks absent, plantar responses flexor. Sensory modalities: reduced vibration sensation below both knees, otherwise normal; no signs of autonomic neuropathy, blood pressure 130/70 (standing and lying). No diabetic retinopathy, arterial disease or albuminuria. Investigations: Urine sugar 2%; glucose tolerance testblood sugar 285 (fasting), 320, 340, 345, 315 mg/100 ml (0-2 hours) Ftcal fat excretion 6517 g/day (five days). Secretin pancreozymin test, abnormal with reduction in enzymes, bicarbonate and volume; evocative test, no rise in serum amylase. Plain X-ray of abdomen, pancreatic calcification (Fig 1) . D-xylose test, 32 % urinary excretion in five hours. Serum vitamin B12 710, serum folate 10-8 p,ug/100 ml. Barium meal and follow through: coarse mucosal pattern with dilatation of small bowel and flocculation. Jejunal biopsy: normal under hand lens; microscopy, villi normal length but slightly broadened. Sweat test (pilocarpine by iontophoresis) normal.
Urine aminoacids normal. EMG: normal motor units with partly reduced interference pattern. Skeletal survey normal.
Hb 14-2 g/100 ml (normal red cell morphology). ESR 1 mm in 1 hour (Westergren). Serum potassium 3*-0-4-4 mEq/l. Serum magnesium 1-5, serum calcium 8-1, 94, and 10-0, serum phosphate 4-2 mg/100 ml. Alkaline phosphatase 18-22 K-A units. Total protein 6-0, albumin 4-1, globulin 1 9 g/100 ml. Stools, occult blood and culture negative. Chest X-ray, emphysema. Cholecystogram, barium enema and sigmoidoscopy normal. IVP, stone in duplex left kidney. Treatment andprogress: On a 180 g carbohydrate diet his diabetes was stabilized on 40 units insulin daily, but in order to increase the total calories, his diet was altered to include 250 g carbohydrate, with low fat and high protein and subsequently his insulin requirements rose to 56 units insulin lente daily. He was given pancreatic enzymes with each meal and added vitamins. His weight has risen by 1 stone and his stools have become darker in colour and formed. He still has some alternating diarrhoea and constipation, though much less than formerly; a repeat frcal fat excretion was 5 5 g/day. His muscle weakness has improved and he can now rise unaided from a sitting position.
Discussion
The attacks of abdominal pain in the past suggest that the patient developed chronic pancreatitis at that time, with progressive destruction of the gland over almost thirty years, finally leading to failure of exocrine function, with steatorrhoea, and later to failure of endocrine function, with diabetes mellitus. The rarity of pancreatic calcification, which may be either diffuse (calcinosis) or calculous, was shown by Edmondson et al. (1950) , who found 26 cases in 36,000 autopsies, an incidence of0 07 %. Although calcification may follow pancreatitis from any cause, there are several factors which lead more frequently to this complication. Alcohol was the cause in up to 85 % of the cases reported in the American literature (Peter et al. 1951) and similarly in France (Sarles et al. 1965 ), although Fitzgerald et al. (1963 considered it unimportant in Dublin; perhaps this reflects the drinking habits of the populations studied. Other causes are: malnutrition (Joffe 1963 , Shaper 1964 , hereditary pancreatitis with aminoaciduria (Gross et al. 1962) , fibrocystic disease, hypercalcxemia due to hyperparathyroidism (Mixter et al. 1962 ), trauma to the abdomen and infection with mumps virus. In the remainder, as with this case, no clear cause may be discovered. Concurrent cholecystic disease with cholelithiasis was noted in 13 *8 % (Peter et al. 1951 ) and 20 % (Lemmer & Schmidt 1952 ) of their cases. Finally, calcification does not rule out pancreatic carcinoma.
Both steatorrhoea and diabetes mellitus are late signs of pancreatic destruction. Pancreatic diabetes is considered to be mild, insulin sensitive, controlled by less than 40 units insulin daily, and prone to fewer complications than the juvenile or maturity onset types, although this may be related to the duration of the diabetes. A few reports of sensory neuropathy, retinopathy and nephropathy (Duncan et al. 1958 , Galton 1965 have appeared, but diabetic amyotrophy as described by Garland (1960) has not previously been noted in pancreatic diabetes. This is a disorder characterized by weakness and wasting of the limb girdle and proximal muscles, chiefly of the lower limbs, with loss of deep tendon reflexes but no sensory impairment. It occurs chiefly in men over the age of 50 with mild but uncontrolled diabetes, and is unrelated to the duration of the diabetes. Initially the weakness was asymmetrical in the present case, but pain, another feature of amyotrophy, was absent. Improvement in power followed adequate diabetic control, a feature in keeping with the reversible nature of diabetic amyotrophy. Locke et al. (1963) found muscle atrophy on biopsy in 13 cases, which fits in with the usual electromyographic findings.
As suggested by Duncan et al. (1958) , this present report of pancreatic diabetes complicated by amyotrophy confirms the view that, in general, diabetic complications are due primarily to lack of insulin rather than to a genetic defect, and are consequently likely to occur whatever the type of diabetes.
Mr Martin Birnstingl (London) said that the commonest cause of widespread pancreatic calcification was alcoholic pancreatitis. This possibility seemed to have been excluded and rare zetiological factors must be considered. He thought a further attempt might be made to exclude hyperparathyroidism, bearing in mind that this patient had a renal stone in addition to calcification in the pancreas. Hyperparathyroidism could be associated with both acute and chronic forms of pancreatitis, although it was certainly a rare cause of both diseases (Smith F B & Cooke R T, 1940, Lancet ii, 650; Howard J M & Ehrlich E W, 1960, Ann. Surg. 152,135) .
